nanoparticle. They used laser irradiation to move atoms in the nanoparticle and produced a "picocavity" that was stable at cryogenic temperatures. The authors were then able to obtain time-dependent Raman spectra from individual molecules. Such subwavelength cavities that can localize light to volumes well below 1 nm 3 will enable optic al experiments on the atomic scale. 
Inf ammatory cells (red) inf ltrating brain tissue
The low oxygen concentration in airplane air may help fight jet lag.
CIRCADIAN RHYTHMS

Airplane air
C an flying help alleviate jet lag? Studies of the biochemical mechanisms that synchronize biological clocks throughout the body show that the low-oxygen environment of airplanes may actually help you adjust to your new time zone. Adamovich et al. observed daily cycles in the concentration of oxygen in blood and tissues of mice kept on a normal light-dark cycle. These variations were sufficient to alter the abundance of the transcription factor HIF1a (hypoxia-inducible factor 1a). In cultured cells, changes in oxygen concentration could entrain the circadian clock only if HIF1a was present. When animals were subjected to a 6-hour change in the light cycle (like traveling eastward on a jet), animals kept in a low concentration of oxygen adapted more quickly. -LBR 
718-B
Accumulating impacts
Anthropogenic climate change is now in full swing, our global average temperature already having increased by 1ºC from preindustrial levels. Many studies have documented individual impacts of the changing climate that are particular to species or regions, but individual impacts are accumulating and being amplified more broadly. Scheffers et al. review the set of impacts that have been observed across genes, species, and ecosystems to reveal a world already undergoing substantial change. Understanding the causes, consequences, and potential mitigation of these changes will be essential as we move forward into a warming world. -SNV Science, this issue p. 719
AMYLOIDOGENESIS
Aggregation by design
Amyloid aggregation is driven by short sequences within proteins that self-assemble into characteristic amyloid structures. About 30 human proteins are implicated in amyloid-associated diseases, but many more contain short sequences that are potentially amyloidogenic. Gallardo et al. designed a peptide based on an amyloidogenic sequence in the vascular endothelial growth factor receptor VEGFR2. The peptide induced VEGFR2 to form aggregates with features characteristic of amyloids. Amyloids were toxic only in cells that required VEGFR2 activity, suggesting that the toxicity was due to loss of function of VEGFR2, rather than to inherent toxicity of the aggregates. 
